Objective: Streptococcus pyogenes is the cause of the classical childbed fever and can occur in both sporadic and epidemic form. Once an outbreak is identified on a maternity ward it is not only necessary to place the patients in strict isolation but also identify to the source of the infection. Fast reliable typing methods can aid in infection control.
cause of a number of infectious diseases, including pharyngitis, scarlet fever, impetigo, erysipelas, puerperal fever, septicemia, and toxic shock-like syndrome as well as the non-suppurative sequelae rheumatic fever and acute glomerulonephritis. In the last decade an increase in the number of severe infections due to GAS has been noted. GAS is an important pathogen causing outbreaks of infections in newborns, e institutionalized elderly persons, 3 and classically, puerperal woman. [4] [5] [6] [7] [8] Puerperal infections due to GAS were, before the availability of penicillin, a common and lethal nosocomial scourge. Despite a drastic decrease in the incidence of these infections, epidemics are still regularly described and most often related to a member of the hospital staff. Epidemiological investigations of these outbreaks have almost entirely focused on the analysis of cell surface proteins for serotyping.
However, classical A predominance of gram-positive cocci was noted in a Gram-stained smear of the cervix. Antimicrobial treatment was started with intravenous amoxicillin, which was changed to cefuroxime because of persistent fever. Cervix and urine cultures grew GAS. Blood cultures remained negative. The patient became afebrile after 4 days of treatment and was discharged day later with oral amoxicillin.
All 3 patients delivered their children in 3 consecutive days with the assistance of the same obstetrician who was possibly the source of the outbreak. He appeared to have had a sore throat for 3 days and noticed an infection along the nail of his middlefinger on the day of onset of the first puerperal fever. GAS was cultured from his pharynx and the infected skin lesion of the finger as well as from the throat of 2 asymptomatic children in his family. The obstetrician as well as the culturepositive members of his family were treated orally with amoxicillin for 10 days. Repeated throat cultures after the treatment period were negative. Other sites were not cultured. Eleven months after this outbreak of puerperal fever, GAS was isolated from the cervix of another non-puerperal woman with complaints of vaginal discharge. She was examined by the index case 7 months after the outbreak. Throat swabs were culture negative.
Bacterial Isolates
Identification of beta hemolytic colonies was done with commercial latex-agglutination kits ( 4 Primer 1283 gave the highest resolution and was therefore used for the final analysis.
RESULTS
The presented cases were the only 3 patients with puerperal fever at the maternity unit documented to have GAS infection. The infection developed on 3 consecutive days. No other cases of puerperal fever due to GAS had been identified in our hospital in the last 10 years before this outbreak. It became obvious that the obstetrician who cared for all 3 patients was the source, once his finger became infected. He did wear surgical gloves, but no mask during the deliveries. The outbreak strains and strains from the physician and his family were all serotype T 11. Identical RAPD patterns were found among the isolates of the patients, the throat Table I . M size marker (100 bp ladder).
and finger of the obstetrician, and the throat and nose isolates of 2 of his children (Fig. 1 ). 
